(CA) inhibition with acetazolamide (AZ). A 3 1p
NMR spectroscopy was used to follow intracere bral pHj within 1 h after intravenous administration of a 2-g dose of the drug. No change in pHj was detected.
The authors interpret the apparent lack of brain intracellular acidification following CA inhibition (which contrasts the well-documented transient drop in cerebral pHj in hypercapnia) as the evidence for carbonic acid being the primary product of brain tissue decarboxylations. They write: ". . . if the metabolic end-products in the Krebs' cycle were CO2 and H20 (and not H2C03), then the brain hy drogen ion concentration would be expected to in We agree that if H+ and HCO; (or H2C03) were the end products of oxidative metabolism, then car bonic anhydrase should be expected to be active intracellularly at the production site (intramitochon drially), so that CO2 is rapidly formed, i.e., the re action is kept very close to its true steady state value expressed by the mass action relation (the Henderson-Hasselba1ch relation) despite the con tinuous production of carbonic acid. Therefore, we also would expect that in this case AZ should result in intracellular acidosis. Since this was not found, we must, as Dr. Grieb says, conclude that the as sumption made was not correct and that, therefore, data-and would communicate them to us and oth ers-so that the mystery of the unexpected con stancy of brain [pHli after AZ could, perhaps, be understood.
S. Vorstrup

